Spectacular transient increases in serum alkaline phosphatase were observed in five infants in the absence of demonstrable pathology.
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Spectacular transient increases in serum alkaline phosphatase were observed in five infants in the absence of demonstrable pathology.
Serum alkaline phosphatase activity is above normal in several clinical conditions (1, 2) . Spectacular values are almost invariably associated with overt disorders of the skeleton or the hepatobiliary system or with the administration of alkaline phosphatase in intravenous solutions (3, 4) . In this paper we report five infants with serum alkaline phosphatase activities greater than 20-fold the upper limit of the range for normal adults. The associated symptoms showed no consistent pattern from patient to patient and could not be logically related to the increase in serum alkaline phosphatase activity. The five patients described in this paper and the 11 cases briefly mentioned in earlier publications (10, 11) share certain features ( In each of the five patients described in this paper, studies of isoenzymes suggested that the enzyme originated in the skeletal system. Values had become normal within eight weeks in all patients.
Case Report
None of the infants described in this paper developed any further symptoms or showed any abnormally high serum alkaline phosphatase values during the period of follow up (six months to two years). The authors of the earlier publications presented no follow-up data. We have no information concerning the pathogenesis of this condition, which we have chosen to call "transient hyperphosphatasemia of infancy." There was no evidence for the presence of any skeletal disorder that might have caused an increase in serum alkaline phosphatase of this magnitude. Isolated transient hyperphosphatasemia has been described in patients with pulmonary emboli (14) , but the changes have always been of a relatively minor nature. Certain nutritional stimuli are known to cause a marked increase in serum alkaline phosphatase activity in experimental animals (15) and particularly in the neonates of some species (16, 17) . Such changes have been shown to be the result of entry of intestinal alkaline phosphatase into the circulation (15, 17) , whereas in our patients all the evidence points to the skeleton as the tissue of origin (Table 1) . Viral disorders have been described in the mouse that are characterized by an increase in certain circulating enzymes (18) . To our knowledge, no such disorders have been described for skeletal alkaline phosphatase in man. Bessey et al. (13) 11-23 X U.L.
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It has been suggested that Paget's disease is due to a slow virus (19) . if this is the case, it is conceiveable that it may have its genesis during a relatively asymptomatic period in infancy and that we chanced to examine these infants at the time of their original infection. This suggestion is obviously speculative at this stage and could only be substantiated or refuted by long-term follow-up studies.
